Volume 92 May 1 9991 was fibrosis. 80% of cases showed a slight inflammatory cell infiltrate whilst 60% showed activated lymphoid follicles with large germinal centres. In 28% lymphoid hyperplasia was recorded.
Double pylorus as a cause of gastrointestinal bleeding
Dirk Ehrhardt Matthias Lohr Stefan Liebe J R Soc Med 1999;92: [253] [254] The most common causes of upper gastrointestinal tract bleeding are peptic ulcer, haemorrhagic gastritis, oesophageal varices, Mallory-Weiss syndrome, and tumours; haemangiomas and bleeding from the biliary tract contribute a few casesl. For a double pylorus to present in this way is very unusual.
CASE HISTORY
A man aged 57 was admitted via the emergency room with haematemesis and severe epigastric pain. He was an alcoholic and a smoker. 9 years previously a gastric ulcer had been diagnosed radiologically (but not endoscopically) and treated with H2-receptor antagonists; thereafter he had been free of abdominal pain until the present episode. There had been no melaena.
On examination he was normotensive but anaemic (haemoglobin 7.9 g/dL, haematocrit 37%). Quick test was 76% normal, activated prothrombin time 28.7 s. At endoscopy there was no blood in the stomach but clot was seen adhering to the stomach wall in the prepyloric region. This could not be removed with forceps. Gastric ulcer was diagnosed and he was treated with intravenous omeprazole 40 mg twice daily and intravenous amoxycillin 100 mg three times daily. Within a few days the abdominal pain ceased entirely. At a second endoscopy there were no signs of gastric bleeding, but in the prepyloric antrum the entrance to a fistula was suspected ( Figure 1 ). Double pylorus was confirmed by side-view duodenoscopy, cannulation and contrast radiography ( Figure 2 ). Thenceforth the patient's course was unremarkable, apart from development of gouty arthritis in the left foot which responded to colchicine. He was discharged on day 14 and did not return for follow-up. COMMENT A duplicated gastric outlet is thought to arise in two ways. A congenital double pylorus is a rare anomaly caused by gastric and duodenal duplication3'4. An acquired double pylorus is a complication of prepyloric or postpyloric ulcer, which perforates the gastric and duodenal walls and gives rise to a fistula. The prevalence in routine endoscopic and radiodiagnostic procedures is estimated at between 0.02 and 0.13%5, with a distinct overrepresentation of males6.
The ulcers that give rise to these fistulas commonly show themselves by bleeding, and there is often an underlying disease such as alcoholism, diabetes or chronic renal When did the fistula develop in our patient? One possibility is that it resulted from the previous ulcer 9 years earlier, with secondary bleeding now. Another is that this was a fresh ulcer, bleeding as it penetrated the duodenum. The first interpretation is supported by the work of Tsung-Hui et al. 10, who in double-pylorus channels found ulcers that healed only after successful eradication of Helicobacter pylori. (In some cases there had been rupture of the bridging tissue between the original pylorus and the gastroduodenal fistula, and the endoscopist may mistake this appearance for a normal pyloric channel.) Clearly, the treatment of double pylorus should always include eradication of H. pylori. Duodenal diverticula are usually identified as an incidental finding at endoscopy or in barium studies. The complications arise from pressure effects or from inflammation. 
